Examination showed a dense multimodal sensory deficit in the territory of the left ophthalmic division of the trigeminal nerve, including the cornea. In the maxillary division the preauricular and supra-auricular regions were spared. Over the mandible and chin there was hyperalgesia, pallanaesthesia and hypoaesthesia. Two-point discrimination threshold was increased to 7 0 mm on the left upper lip. There was no motor involvement. The remainder of the neurological examination was normal with the exception of mild weakness of right ankle dorsiflexion and right lower limb hyperreflexia. A contrast cranial CT scan, VEPs and median and posterior tibial nerve SEPs were all normal. BAERs showed 0 3 ms relative prolongation of the I-V interpeak latency to left ear stimulation. The cerebrospinal fluid (CSF) protein was 0-47 g/l (0-15-0-45), the IgG 0-06 g/l (< 005) and the IgG/total protein ratio 13% (0-14) without oligoclonal bands. BR recordings (fig 1) showed an absent R1 component to left SON stimulation with normal R2 component latencies bilaterally.
week to involve the maxilla and the lateral canthus of the eye, the frontal scalp, forehead, buccal mucosa and gums. There was no associated pain, thermolability or weakness of bite.
Examination showed a dense multimodal sensory deficit in the territory of the left ophthalmic division of the trigeminal nerve, including the cornea. In the maxillary division the preauricular and supra-auricular regions were spared. Over the mandible and chin there was hyperalgesia, pallanaesthesia and hypoaesthesia. Two-point discrimination threshold was increased to 7 0 mm on the left upper lip. There was no motor involvement. The remainder of the neurological examination was normal with the exception of mild weakness of right ankle dorsiflexion and right lower limb hyperreflexia. A contrast cranial CT scan, VEPs and median and posterior tibial nerve SEPs were all normal. BAERs showed 0 3 ms relative prolongation of the I-V interpeak latency to left ear stimulation. The cerebrospinal fluid (CSF) protein was 0-47 g/l (0-15-0-45), the IgG 0-06 g/l (< 005) and the IgG/total protein ratio 13% (0-14) without oligoclonal bands. BR recordings (fig 1) sensory loss accompanied by contralateral crural pyramidal signs in each patient implied a small localised central lesion in the ventrolateral caudal pontine tegmentum. This clinical localisation was confirmed in both cases by MRI and correlated with the BR findings, which in turn provided additional pathophysiological information on the effects of demyelination in the central trigeminal pathways. To our knowledge this is the first detailed anatomical and pathophysiological correlation of single lesions involving this pathway, and in Case 1, the resolution of conduction block enabled accurate quantitation of the degree of conduction slowing through the demyelinated oligosynaptic portion of the BR pathway. The sensory nuclei of the trigeminal nerve comprise three different parts, together extending from the mesencephalon downward to the second cervical segment of the spinal cord. Rostrocaudally these are the mesencephalic, the principal and the spinal tract nucleus. The first is thought to mediate proprioceptive impulses from the muscles of mastication.6 The latter two nuclei are concerned primarily in the transmission of tactile sensibility, and pain and thermal sensibility ofthe face, respectively, and there is a rostrocaudal "onion-skin" somatotopy within the spinal tract and its nucleus.'
The fibres of the sensory root, on entering the pons, traverse its basilar portion, coursing dorsomedially, in the direction of the principal sensory nucleus. Many of the fibres then divide into short ascending rami ending in the principal sensory nucleus and long descending rami giving off collaterals to the spinal nucleus which extends through the medulla to overlap with Lissauer's tract. In our patients, there was clinical involvement predominantly of fibres projecting from the principal sensory nucleus in the pons. This resulted in tactile hypoaesthesia, with some involvement of axons of the rostral spinal tract and nucleus7 causing hyperalgesia and thermal hypoaesthesia.
Although the orbicularis oculi reflex was first described by Overend in 1896,8 it did not receive systematic evaluation until 1952.9 The precise central pathways are still in question. demyelinating process, and the degree to which an isolated single lesion will prolong the latency of the short pontine reflex pathway immediately following the resolution of conduction block. This degree ofconduction slowing is comparable to that which occurs in the recovery phase of demyelinating human'4 and experimental'5 optic neuropathy. Finally, the differential effects on conduction in the oligosynaptic and the polysynaptic BR pathways illustrate the selectivity of the small lesion in Case 1 and confirms the original observations of Tokunaga et al "' and Kimura' that the former traverses the principal sensory nucleus and the ipsilateral facial nerve, whereas the latter incorporates the descending spinal tract and nucleus and their projections to the adjacent reticular formation.6
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